To determine whether parathyroid hormone is required for renal response to phosphorus loading, the effects of ingestion of 3100 mg of phosphorus daily for 3 days were compared in 5 treated hypoparathyroid patients and 5 normal control subjects of comparable age and sex. In both normal and hypoparathyroid subjects the response to phosphorus loading was characterized by an increase in urinary excretion of phosphorus without a concomitant increase in the rate of glomerular filtration of phosphorus. Some mechanism other than changes in rates of parathyroid hormone secretion probably accounts for renal responses to changes in phosphorus intake. The 
The important role of the parathyroid glands in calcium homeostasis has been known for over three decades. Parathyroid hormone also affects renal clearance of phosphorus and has therefore been assigned a central role in phosphorus homeostasis. Crawford et al. (1950) have suggested that the phosphaturia resulting from high phosphorus intake is mediated by increased secretion of parathyroid hormone. Copp 8c Davidson (1961) , however, in studies on isolated dog thyroid-parathyroid glands, could detect no response to increased levels of phosphorus in the perfusing medium.
In the present study the relationship of the parathyroid gland to phosphorus homeostasis in man was investigated by comparing the content of phosphorus in the serum and urine of normal subjects and of treated hypoparathyroid patients before and after high phosphorus diets.
MATERIAL AND METHODS
The subjects were 4 women and 1 man with long-standing, permanent postthyroidectomy hypoparathyroidism who were otherwise healthy. All (Loken et al. 1960; Walser 1960 ). The calcium filtration rate was calculated as the product of creatinine clearance and serum nonprotein-bound calcium (Loken et al. 1960 ).
RESULTS
The results of studies in the 5 normal subjects are shown in Table 1 (Crawford et al. 1950 ). The present study shows that the renal response to increased intake of phosphate can occur in the absence of functioning parathyroid glands. Since the magnitude of the changes in°/ o T. R. P. was the same in the normal subjects and in the hypo¬ parathyroid patients, it is probable that no alteration in parathyroid gland activity occurred, even in the normal subjects. Unless these acute changes in°/ o T. R. P. can be correlated with other effects of high or low levels of para¬ thyroid hormone (such as hypocalcaemia or hypercalcaemia) or with para¬ thyroid hormone levels, other mechanisms must be considered. For example, (1) the renal tubular cells themselves may be responsive to very small changes in serum phosphorus levels, (2) phosphorus may be held at various sites (per¬ haps bone or muscle) when intake is high, and then may be slowly excreted until the excess is depleted, (3) 
